Tinted spectacles -sign of psychopathology?
Tinted spectacles 'relieve the belaboured eye' -we could hardly find a better expression. But in what way belaboured?
Always when dealing with eye troubles (and also with systemic troubles), accommodation must not be overlooked. In the article of Howard and Valori (October 1989 JRSM, p 606) I cannot find any reference to patients' refraction, and I find their conclusion very 'one-eyed'.
The ciliary muscle of a hypermetrope is generally more or less contracted in striving for functional emmetropy (ie pseudo-emmetropy) and that means continuous hard muscle work, which is fatiguing like all other muscle work and is reflected in the psyche in many ways.
Thus many of the symptoms listed in the authors' figures and table are in good accord with the consequences of muscle strain. Also the predominance of females in the material (16/20) is typical and in keeping with the weaker muscle power of women, a matter connected with so many symptoms, eg in migraine'.
The most demanding work of an ophthalmologist is the detection oflatent hypermetropia, or nowadays the ever more widespread partial or total pseudomyopia in a tense patient. Not even eycloplegics often bring help in this. Insufficient correction of refraction is nevertheless the main reason why people hide behind tinted glasses.
In my book Panacea) I explain that patients whose only glasses are tinted ones are a disgrace to ophthalmologists; in a word, the sign of a bad ophthalmologist. Such patients need dim light in order to tolerate their glasses, which are either insufficient or simply wrong.
All around us are people wearing tinted spectacles with strong minus dioptres, hypermetropes without spectacles, hypermetropes with insufficient correction. Their wretched faces, with vertical furrows on the forehead and red, peering eyes, tell the tale.
Many of my own patients do use tinted spectacles for skiing, sailing and similar activities where glare is a problem, but they never use tinted glasses all the time.
Ifthe conclusion of Howard and Valori is accepted, far too many people will be wrongly classified as psychopathological cases. Their troubles lie elsewhere. Systemic embolism from mitral vegetation in scleroderma Pullicino, Borg, Agius-Muscat and Nadassy (August 1989, JRSM, p 502) concluded that the cause of the small cortical haemorrhagic infarct and the gangrene of the right big toe of their 54-year-old woman with scleroderma was systemic embolism from noninfective vegetations on the mitral valve. There were at least two other possible explanations neither of which was discussed by the authors.
It could well be that the patient's cerebral, renal and foot lesions were the result of sudden anaemic hypoxia (haemoglobin 8.5 g/dl) induced by an acute bleeding from the large benign gastric ulcer seen on gastroscopy.
The authors reported that the patient had a polyclonal gammopathy and cryoglobulins were present in significant quantities of up to 15% of total protein. The cryoglobulinaemia seemed to have been of the mixed type rather than monoclonal. About half the patients with mixed cryoglobulinaemia develop immune complex nephritis that can be mild and at times reversible or can even rapidly progress to renal failure--', Urinalysis of the case reported showed the presence of protein and blood but these were not quantified and other renal function tests were not given. This could have been caused by an immune complex nephritis and this led to the development of severe hypertension (her blood pressure was 240/130 mmHg) precipitating the cortical infarct.
Gangrene of fingers and toes are also recognized features of cryoglobulinaemia. The cryoglobulinaemia was also responsible for the positive rheumatoid factor and the normal erythrocyte sedimentation rate (10 mm/1st h) in spite of the significant anaemia of 8.5 gldl.
The hypoxic anaemia and cryoglobulinaemia could well have been operating concurrently with the effects of one factor being aggravated by the other leading to the cerebral, renal and foot lesions.
Typical verrucous endocarditis is a pathological diagnosis and does not correlate with the presence of cardiac murmur. The authors' patient did have a loud apical late systolic murmur but this could have been caused by the anaemia. Griffith and Vural have shown that the diagnosis of verrucous endocarditis cannot be made on the basis of systolic murmurs", They heard systolic murmurs in only two of their six patients with Libman-Sacks endocarditis and found Libman-Sacks carditis in but two of seven patients with systolic murmurs.
I find it very difficult to accept the authors' conclusions in the presence of cryoglobulinaemia and moderately severe anaemia which offer better explanation to the patient's symptoms and signs. I am more inclined to accept the viewpoint of a recent review that concludes that the lesions of verrucous endocarditis are without clinical significance". ALI S M JAWAD
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